On 9th November, 1964, she developed a total left hemiplegia with aphasia and increased involvement of the right side, no pyrexia or cardiac murmurs.
Bilateral carotid angiograms ( Fig. I) showed occlusion of the right middle cerebral artery 1 cm. beyond its origin, the left posterior parietal artery, and the angular branches of the left middle cerebral artery. There was an anastomotic supply from the anterior cerebral arteries. No evidence of atherosclerosis. Phenindione therapy was commenced. A glucose tolerance test showed a definite diabetic curve: FBS [10, I hr., 190, 1 hr., 240, 11 hr., 230, 2 hr. 200 mg/'l00 ml.
On 26th November, 1964, she developed sudden dvspnoea and right pleuritic pain. The left calf was slightly tender. Chest X-ray showed bilateral diffuse nodular shadowing coalescent in the midzones, probably due to multiple pulmonary infarcts. At On 18th January, 1965, she complained of upper abdominal discomfort, the spleen was enlarged, and the temperature 102'F. Three blood cultures were negative. The bone marrow was normoblastic and macronormoblastic with no evidence of secondary carcinoma or reticulosis.
On 31st January, 1965, she was jaundiced and began to vomit. A mass was noted in the epigastrium, the liver was palpable and the ,spleen much larger. Diplopia developed and she became unconscious. Death occurred on 9th February, 1965, from hypostatic bronchopneumonia.
The diabetic glucose tolerance test, evidence of widespread vascular occlusion and the terminal epigastric mass strongly suggested a pancreatic carcinoma.
Necropsy: The body (height 5' 6", weight 51.45 kg.) was that of a young well-nourished female with jaundice and minimal oedema of the left leg and arm. Pancreas was of normal size, but there was an ill defined, hard, greyish-white mass of tumour 5 cm. X 3 cm. in the middle third of the body. The distal third of (thebody and tail showed dilatation of duets, fat necrosis and parenchymal atrophy, indicating chronic duct obstruction. Lymph nodes in the porta hepatis and around the coeliac axis and pancreas were firm, enlarged and replaced by metastases.
Spleen (435 g.) was enlarged and showed an extensive yellow-white-necrotic infarct (8 cm.) surrounded by dark congested pulp. The tained multiple white infarcts, the largest 6 cm. The left renal vein was 'thrombosed and a mass of propagated thrombus extended into the left suprarenal vein. The inferior vena cava contained several unattached portions of ,antemortem thrombus. The common and both internal and extemal iliac veins corutained old and recen;t organising antemortem thromnbi, which extenided into both superficial femoral veins. Heart (275 'g.) showed no changes. In particular the endocardium and valves were unaffected. The pulmonary artery was normal but several of its 'terminal branches showed -thrombotic occlusion.
Lungs showed multiple small wedge-shaped infarcts. Their bases were firm, nodular and congested. Carotid Arteries and main branches, the circle of The remaining organs did not show macroscopical changes.
Histology.-Pancreas. The tumour is a wellAdifferentiated large-dut-cell adenocarcinoma showing a marked fibrous stromal reaction, scattered foci of mucous secretion and infiltration of small nerves. The tail shows diffuse fibrosis and atrophy. A number of small vessels are thromnbosed. Liver shows widespread areas of necrosis. The metastatic deposits display a pronounced degree of differentiation with ciliation of the large clls, a feature seldom seen in pancreatic carcinoma. (Frantz, 1959 (Sproul, 1938) . It is interesting that in one series comparing the incidence of multiple thromboses in carcinoma of the head of t'he pancreas with carcinoma of ithe body and tail of that organ no multiple thromboses were seen in the former group compared with 33 per cent in the latter (Kenney, 1943 (Angrist, Oka, Nakao and Marquiss, 1960) . Trousseau (1873) first suggested that thrombosis resulted from hypercoagulaibility of the blood 1but no alterations in cdotting factors bhve been described.
Some authors considered thromiboses to be particularly related to m'ucin-iproducing tumours (Kenney, 1943; Jennings and Russell, 1948; McKay, Mansell and Hertig, 1953) . Jn pancreatic neoplasms the amount of mucin produced is not great except i'n the rare colloid tumours. In the patient we describe there is little evidence of mucin production. In contrast the syndrome may occur in association with squamous carcinoma of the lung. Tumour emboli may rarely be the cause of thromiboses (Williams, 1954) (Bell, 1957) .
The persistence of clotting and pulmonary emboli despite adequate oral anticoagulants is significant and confirms Wright's (1952) opinion that -the possibility of an occult neoplasm should be considered when this phenomen occurs.
Finally the unusual finding of ciliated cells in the metastatic deposits is noteworthy because of its rarity.
Summary
A case of pancreatic carcinoma in a woman cf 39 is described which presented with hemiplegia and hemianaesthesia which subsequently became 'bilateral. Despite anticoagulant therapy widespread venous and arterial thrombosis occurred with recurrent 'pulmonary emboli.
The current theories concerning the association between neoplasia and vascular thrombosis are reviewed. Little is known of the exact cause of this association.
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